To the Editor, Sepsis is the leading cause of death for critically ill patients. Septic patients develop T lymphocyte dysfunctions associated with increased mortality and nosocomial infections [1] . Therefore, IL-7 has been recently evaluated in a clinical trial to reverse these alterations [2] . IL-7 receptor (IL-7R) is composed of an IL-7-specific chain (CD127) and a common receptor γ-chain [3] . IL-7R exists in a soluble form (sCD127) [4] , resulting from shedding from the cell surface or transcriptional regulation [5, 6] . Several transcripts missing the exon 6, coding for the transmembrane domain have been identified, such as IL7R3 [4, 6] and IL7R7 (Ensembl). We recently showed that plasmatic sCD127 concentration and whole blood IL7R3 transcript expression were decreased in septic shock [7, 8] . However, sCD127 protein and transcripts regulations in survivor and non-survivor patients differed, with higher sCD127 concentration and lower IL7R3 expression in non-survivors. Therefore, the regulation of soluble IL-7R in sepsis remains not fully understood.
In this study, we evaluated sCD127 release and corresponding transcripts IL7R3 and IL7R7 expressions in purified T cells from septic shock patients. After approval by local ethics committee, T cells were isolated from 32 septic shock patients (Table 1) and 31 healthy volunteers (HV) (Additional file 1).
Interestingly, the sCD127 release tended to be higher in patients' T cells supernatant compared to HV (Fig. 1 ). This contrasts with the decreased plasmatic sCD127 concentration in septic shock patients [7] , possibly impacted by lymphopenia. Both IL7R3 and IL7R7 transcripts expressions were decreased in septic shock patients' T cells (Fig. 2) , as we previously observed in whole blood [8] . While whole blood IL7R3 and IL7R7 expressions may be impacted by sepsis-induced lymphopenia, these transcripts are also intrinsically regulated in T cells.
To delineate soluble IL-7R regulation in sepsis, we aimed to reproduce ex vivo its expression pattern observed in patients, by stimulating T cells from HV with IL-7 or TCR activation, known to regulate CD127 expression [9] . sCD127 was spontaneously released from non-stimulated T cells (Fig. 3a) . During IL-7 stimulation, sCD127 protein release and transcripts expression decreased. In contrast, TCR activation induced an opposite regulation of sCD127 and corresponding transcripts (Fig. 3b) : sCD127 concentration increased, as previously described [10] , while IL7R7 and IL7R3 transcripts expressions decreased. This suggests that these transcripts are not the main source of sCD127 in this context, and that other mechanisms, such as shedding of membrane CD127, might occur. Overall, ex vivo TCR activation partly reproduced soluble IL-7R expression pattern observed in septic shock, suggesting that the initial T cell activation shown to occur in sepsis [11, 12] could participate to soluble IL-7R regulation, both at the transcriptional and protein levels. 
